INTRODUCTION
In 1935 Rosanoff, Handy, and Plesset (12) proposed a genetic explanation for the appa rently higher incidence of manic-depressive illness in women. They postulated the existence of a non-pathological cyclothymic factor in the autosomal chromosomes which was activated in some individuals and in some family strains by a second factor in one or both X-chromosomes. Slater (i 3) dealt a severe blow to the hypothesis shortly after its publication, when he analysed When he personally obtained information about the children of these probands, he discovered many instances of father to son transmission.
In fact, there were actually more father-son (14) than father-daughter (II) pairs. The normal complement of sex chromosomes is XY in the male and XX in the female. Because a son must receive an X from his mother and a Y from his father, the distinguishing feature of St. Louis. The first report was based on 366 consecutive white patients discharged with a diagnosis of manic-depressive illness, involu tional psychosis, or psychotic depressive reaction.
They reported that 13.6 per cent of the fathers and 22 â€¢¿ 9 per cent of the mothers of these patients had affective disorders. There were 35 cases in which the father had manifested an affective disorder and the mother was un Other studies have capitalized on the presence of manic-depressive illness in families with known genetic markers, to determine whether the genetic marker is assorting with the pre sence or absence of the affective disorder. If the gene for manic-depressive illness is located on the X-chromosome, it should assort with a gene known to be located on that chromosome.
Reich, Clayton, and Winokur (z i , i6) pre sented data from two large families in which manic-depressive illness and either protan or deutan colour blindness occurred in successive generations. These visual anomalies are known to be X-linked recessive traits. In one family five members had affective disorders, and all five were either colour blind or carriers of the colour blindness gene. In the other family six had affective disorders, and all six were either colour blind or carriers of the colour blindness gene. With only one exception all members of these two families who had affective disorders were colour blind or carried the gene, and no members who carried or manifested the gene were without an accompanying affective dis order. The corresponding presence or absence of manic-depressive illness and colour blindness in these two families strongly suggested that the two conditions were located on the same chromosome. Mendlewicz 
(i)
ii ( arms when he was i i . She had been drinking heavily that day, and had threatened suicide several times before. The informant recalled the patient saying she did this to herself The cause of death was thought to be an overdose of sleeping pills, but the possibility that she had a heart attack was also considered.' affected parents. This is contrary to Pens' (g) finding that the unipolar and bipolar types â€˜¿ breed true', but is in accord with the discovery of an excess of depressives by other investigators (3, i6) . The disparity may be due to Pens' highly restrictive definition of unipolar illness, which requires three distinct episodes of de pression.
RESULTS
Taylor and Abrams (14) found that manic probands with age of onset under 30 years had significantly more affected parents than those with onset over 30. Goetzl, Green, Whybrow and Jackson (@)failed to confirm this. Table III presents the distribution of parents with affective or suspected affective disorders (treated, suicide, possible) with the probands divided into the two age groups. The results are ambiguous. When the probands are diagnosed by hospital criteria, the difference approaches significance, but it does not when Winokur's diagnostic criteria are used.
In commenting on the apparent contradic tion between their more recent and earlier studies, Winokur, Clayton and Reich (i6) 
